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Introduction o o MCA-VDNA“/ HIV elite controllers Methods

Elimination of latently HIV-infected cells remain the biggest challenge to reach a cure. Current .":N'V Twenty-eight rhesus macaques (RMs) were infected intravenously with SIVmac239. ART
immunotherapy approaches have focused on targeting the adaptive arm of the immune system, @ Iymphoid/myeloid cells (TDF/FTC/DTG) was initiated at 42 days post-infection and maintained for 14-months prior to immune-

nucleus
promoted protective interferon-induced antiviral immunity in vaccinees. We hypothesized that the 14-weeks after ATI. RMs were followed longitudinally. Flow cytometry, cytokine array, and single-cell

RNA-Seq/ATAC-Seq were conducted on SlV-infected, virologically suppressed rhesus macaques
% PRy (RMs) treated with anti-IL-10 and anti-PD-1 antibodies (combo-treatment) before analytical treatment
3151 EN R interruption (ATI).

dual blockade of IL10 and PD1 could synergize and lead to SIV-functional cure by triggering intrinsic
antiviral immunity in monocytes and CD4 T cells resulting in lack of viral re-seeding post-ATl
(Analytical Treatment Interruption) and by boosting innate and adaptive cellular effector function.

studies have shown that epigenetic reprogramming of innate myeloid cells triggered by adjuvants (n=8). ATl was performed 12-weeks after the first dose of therapy has started. Infusions continued for

Dual Treatment leads to viral rebound control post-ATl and decay in viral

such as therapeutic vaccines and the passive transfer of broadly neutralizing antibodies. Recent IFN-YR therapeutic interventions. RMs received de-immunized alL-10 (n=10), alL-10/aPD-1 (n=10), or vehicle
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